In 8 patients with diabetic ketoacidosis, serum prolactin was measured and found to be elevated (24.8 \m=+-\10.2 ng/ml, mean \m=+-\ sem). After correction of the ketoacidosis, the prolactin level decreased to 10.9 \ m=+-\6.4 ng/ml (normal range men 4.9 \m=+-\0.8, women 5.1 \m=+-\1.6 ng/ml). (Nicoll 1974) . In diabetic ketoacidosis, there is a large depletion of salt and water. As prolactin has been shown to promote the reten¬ tion of salt and water in fishes and animals (Nicoll 1974) , it was considered of interest to study serum prolactin in diabetic ketoacidosis.
prolactin values and chemical parameters that are altered in diabetic ketoacidosis was therefore undertaken. Serum prolactin values did not correlate well with the serum bicarbonate concentration or serum osmolality. However, a significant negative correlation between log serum prolactin concentration and serum sodium concentration was demonstrated (r=\m=-\0.61, P<0.001).
It is suggested that serum prolactin may possibly participate in sodium retention in man as has been demonstrated in studies on animals.
Among the several metabolic abnormalities of diabetic ketoacidosis are ele¬ vated serum levels of growth hormone and cortisol (Unger 1965; Jacobs 8c Nabarro 1969; Alberti 8c Hockaday 1973) . It has been postulated that growth hormone participates in the development of ketoacidosis (Unger 1965) . Pro¬ lactin has been shown to exhibit growth hormone like and anti-insulin effects in animals and in man (Nicoll 1974) . In diabetic ketoacidosis, there is a large depletion of salt and water. As prolactin has been shown to promote the reten¬ tion of salt and water in fishes and animals (Nicoll 1974) , it was considered of interest to study serum prolactin in diabetic ketoacidosis. Torjesen et al. (1973) and serum prolactin by a homologous radioimmunoassay (Table 2 ). Prolactin for iodination and for antibody production was prepared ac¬ cording to Hwang et al. (1973) . The HPr preparation was iodinated by the NaOCl method (Redshaw 8-Lynch 1974 Correlation between log serum prolactin and serum sodium concentration after correction for total serum lipid content (see text).
RESULTS
Serum prolactin and serum growth hormone concentration before and during treatment for diabetic ketoacidosis are shown in Table 3 . Before treatment, serum prolactin was 24.8 ±10.2 ng/ml (mean ± sem). It is of interest that the serum prolactin levels were highest before treatment, while the highest serum growth hormone levels were observed 2 h after the treatment had started (Table 3 ). The serum prolactin levels in a control group of fasting men were 4.9 ±0.8 ng/ml (n = 9) and of fasting women 5.1 ±1.6 ng/ml (n=10). Thus there is a highly significant difference between serum prolactin in the patients with diabetic ketoacidosis and the control group (P<C 0.001). The serum pro¬ lactin levels decreased during treatment (P < 0.05) (Fig. 1) (Fig. 2) . However, a highly significant nega¬ tive correlation was demonstrated between serum sodium concentration and log serum prolactin (r = -0.61; 7><0.01) (Fig. 3) .
DISCUSSION
The cause for the elevated serum prolactin levels found in our patients with diabetic ketoacidosis is not obvious. Stress may elevate serum HGH and pro¬ lactin (Noel et al. 1972 ). The different time-concentration curves for prolactin and HGH suggest that the two hormones may respond to different stimuli. The common denominator of "stress" does not fully explain the response curves of the two hormones. However, it is well recognized that following treatment in diabetic ketoacidosis, serum growth hormone initially increases due to the falling level of blood glucose (Alberti 8c Hockaday 1973) . No such phenomenon is evident for serum prolactin in the present study. The lack of association between serum bicarbonate and serum prolactin makes it less prob¬ able that "stress" in itself alone should be responsible for the elevation in serum prolactin observed.
The role of prolactin outside pregnancy and lactation is poorly elucidated in human beings. In some species, prolactin participates in the regulation of osmolality and serum sodium levels (Nicoll 1974) . It is less clear whether pro¬ lactin plays a similar part in human beings. Buckman et al. (1973) reported that infusions of hypotonie saline in normal subjects lowered serum prolactin, while those who received hypertonic saline increased their serum prolactin.
Recently, these results have been questioned by Adler et al. (1975) , who were unable to confirm the results of Buckman et al. (1973) . The data of Adler et al. (1975) suggested a negative correlation between plasma-osmolality and plasma prolactin.
In the present study, serum sodium levels varied considerably before treat¬ ment of the diabetic ketoacidosis (Table 1 ). The patients with high initial serum sodium levels had lower serum prolactin levels than those with low initial serum sodium concentration. A significant negative correlation was shown between serum prolactin and serum sodium concentration. In contrast, no significant correlation between serum prolactin levels and serum osmolality was evident. The recent observations of LaBella et al. (1975) are of interest in this connection. They showed that when bovine pituitary glands were in¬ cubated in hypotonie saline, prolactin in the medium rose; conversely, incuba¬ tion of bovine pituitaries in hypertonic saline resulted in decreased prolactin in the medium. However, these investigators also showed an inverse correlation between serum osmolality and serum prolactin. It has been clearly documented that prolactin may cause the retention of both salt and water in fishes and mammals (Nicoll 1974) .
It may be a bit early to speculate on the possible role of prolactin in a com¬ plex metabolic condition like diabetic ketoacidosis. The observed elevation of serum prolactin might, however, promote sodium retention of possible bene-
